tion of the spinal cord gray matter. The viral invasion affects the motor neurons of the anterior horn cells, responsible for the movement of the limbs, trunk and intercostal muscles . On very rare occasions, the attenuated virus in oral polio vaccine reverts into a form that can cause severe clinical manifestation of polio myelitis that need to be treated promptly (1) . Although patients with primary immunodeficiencies have a much higher risk of the disease, vaccine-associated poliomyelitis or vaccine-induced transverse myelitis may also occur in healthy recipients. Public concerns regarding potential postvaccinal adverse effects in all prophylactic inoculations are present. Replacement of oral vaccine with inactivated poliomyelitis vaccine is growing (2) . The aim of our report is to stress the role of imaging in detecting the potential involvement of the spinal cord, as a consequence of oral polio vaccination.
Case report
A 7-year-old previously healthy boy, presented with fever (38.5C), severe neck pain, ataxia, muscle pain and weakness. Neurological examination revealed normal mental status and cranial nerves, the presence of increased deep tendon reflexes and positive Romberg and Mingazzini signs. Evaluation of cereassociated with diffusely increased T2W signal affecting the posterior column of the spinal cord white matter, most consistent with inflammation and edema (Fig. 1) . No enhancement of the lesions was noted after intravenous contrast administration. Diffusion restriction of both anterior and posterior horns of the gray matter was compatible with either postvaccinal poliomyelitis or vaccineinduced transverse myelitis. No restricted diffusion of the spinal cord white matter tracts was evident. Intravenous immunoglobulin and corticosteroid therapy and oral antibiotics were promptly initiated. General improvement with gradual regression of the neurological signs was evident in the following weeks. No residual symptoms and signs were present on neurological examination 10 months later, and follow-up MRI revealed no residual abnormalities in the spinal cord (Fig. 2) . (8) . The posterior horn receives several types of sensory information from the body including proprioception and vibration. This is the most likely reason why our patient presented altered proprioception, clinically confused by infectologist with ataxia and possible cerebellitis.
Increased T2 signal of the anterior horns is not only pathognomonic for poliomyelitis. Hopkins syndrome, also associated with flaccid paralysis, and Lyme neuroboreliosis affect anterior horns, presented with elevated signal on T2-weighted images (9, 10). Kraushaar et al. reported a serologically proved West Nile virus flaccid paralysis of right upper extremity associated with striking T2 hyperintensity in the anterior horns of the cervical spinal cord, similar to those seen in cases of poliomyelitis (11).
The main limitation of this report is the fact that polimerase chain reaction was not available at the institution were the child had been initially admitted. In 2000, the American Academy of Pediatrics changed their policy to recommend only inactivated poliovirus vaccine for routine childhood immunization, since they considered that vaccine associated poliomyelitis would not be eliminated unless the use of oral polio vaccination was stopped (17). Therefore, some countries, including USA and Germany, have changed their national policies replacing the oral polio vaccine with inactivated poliovirus vaccine (18).
High resolution MRI scanners, in appropriate clinical context, might be considered as quite reliable, or even confirmatory diagnostic modality for detecting even early stages of spinal involvement in poliomyelitis, crucial for prompt initiation of most adequate treatment. 
